
Life threatening abdominal
complications following
cocaine abuse

Cocaine (an alkaloid extracted from the Erythroxylon coca
plant) is used orally, intranasally, intravenously or smoked
as crack (the free-base form of cocaine). A recent survey
from the Department of Health in the UK shows that the
use of cocaine has increased considerably over the last 10
years.1 It is estimated that 344 000 people abuse cocaine
and 17 000 people abuse crack every month in the UK.

The common pathologies associated with cocaine and
crack abuse include nasal septal perforation and necrosis,
cardiovascular and respiratory problems and complications
which arise as a result of intravenous injection of the drug
including cellulitis, abscesses, arterial and venous throm-
bosis and infections such as hepatitis and human
immunodeficiency virus. Cerebral events in patients
following drug abuse include seizures, intra-cranial
haemorrhage and strokes secondary to vasospasm. In this
editorial we discuss some of the common complications of
cocaine abuse that are well known by physicians but
concentrate on the relatively uncommon, but life
threatening, gastrointestinal complications which present
to surgeons.

One of the most common symptoms in patients taking
cocaine is chest pain.2 The differential diagnosis in these
patients includes arrhythmias, acute coronary syndromes,
myocardial infarction, pneumothorax and pneumomedia-
stintis. Patients also present with symptoms and signs of
cardiomyopathy, myocarditis, endocarditis and cardiogenic
pulmonary oedema. Myocardial infarction in patients can be
difficult to diagnose because of abnormal electrocardio-
grams in a high proportion of patients without chest pain
who regularly take cocaine. This is further confounded by
raised cardiac enzymes in such patients, when they may not
necessarily have had a myocardial infarction. The treatment
of myocardial infarction in this group of patients is similar
to standard treatment protocols but also employs other
drugs such as benzodiazepines and avoidance of certain
drugs especially beta-blockers and possibly calcium channel
blockers. Thrombolysis is not of proven benefit.

Respiratory problems include cough, haemoptysis which
may be due to pulmonary heamorrhage, mild dyspnoea and
severe acute problems such as pneumothorax, pneumo-
mediastinum, non-cardiogenic pulmonary oedema, i.e.
‘crack lung’ (severe chest pain, breathing problems and
pyrexia that may lead to respiratory failure) have also been
described.3 The latter are reasons for admission with
patients needing medical or intensive care treatment.

Pneumothorax in patients who continue to abuse crack may
be recurrent and these patients eventually end up needing a
thoracotomy. Smoking of crack also leads to deterioration
of underlying chest conditions such as asthma and
bronchitis. The treatment of non-cardiogenic pulmonary
oedema is diuretics, oxygen and mechanical ventilation as
needed.

Gastrointestinal complications of cocaine abuse are
uncommon compared to the complication discussed above.
They are relatively well documented in the American
literature, due to the higher incidence of drug abuse in the
USA. However, experience with this drug in the UK is
limited; therefore heightened awareness of its complication
is paramount, in the light of the increasing abuse of cocaine.

The actual incidence of gastrointestinal complication is
not known worldwide but in one series from the USA, 50
patients with juxtapyloric perforation were treated in a
hospital over a period of 4 years.4 This series only reported
gastroduodenal perforation and it is not known how many
other patients were admitted with other gastrointestinal
complication from drug abuse. The number of cases
reported from the UK is very limited, although the authors
have recently encountered two cases of gastrointestinal
perforation secondary to cocaine abuse within a few weeks. It
is likely to increase as the number of cocaine abusers goes up.

Following intake of the drug, abusers develop abdominal
pain and tenderness. There may also be associated nausea,
vomiting and bloody diarrhoea. The onset of symptoms may
be within an hour following drug abuse but the presentation
may be delayed by up to 48 hours. The diagnosis of an acute
abdomen may be difficult and requires a high index of
clinical suspicion, especially as there may be no abnormal
findings on imaging investigation such as free intra-
peritoneal air.5 The abdominal complication of cocaine
and crack differ slightly and these are discussed separately.

Cocaine abuse can cause mesenteric ischaemia and
gangrene, which result in small and large bowel perforation
as well as intra-peritoneal haemorrhage.6–8 The distal ileum
is most commonly affected, but there are reports of
gangrene involving almost any part of the small bowel. The
common underlying pathophysiological mechanism is
cocaine-induced arterial vasospasm or vasoconstriction
leading to intestinal ischaemia with mucosal and transmural
necrosis.9 An alternative mechanism of cocaine-induced
injury is mesenteric vascular thrombosis caused by direct
aggregation of platelets with the subsequent release of
vasoactive mediators. This is a chronic process afflicting
young patients who present with abdominal pain aggravated
by food and weight loss—the classical symptoms of
mesenteric angina. In these patients the diagnosis can be
made pre-operatively by angiography.

The usual management of small or large bowel gangrene
or perforation is by resection and primary anastomosis.9 51
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Large bowel perforation can also be managed by bowel
resection (Hartmann’s procedure).10 However, if the
colonic perforation is small, it may be treated with simple
closure and a defunctioning stoma (authors personal
experience). Patients with mesenteric angina are treated
with standard two-vessel bypass typically from the supra-
coeliac aorta to the coeliac and superior mesenteric arteries,
respectively. The Inferior mesenteric artery may be
reimplanted at the same time if occluded at its origin.9

The mortality associated with gastrointestinal complications
can be as high as 21% especially in the presence of
gangrenous bowel.5

Following crack abuse, the usual cause of an acute
abdomen is a pre-pyloric or a duodenal perforation.4,11 In
addition, crack can cause similar problems to those
encountered with cocaine abuse such as gangreneous bowel
and perforation.12 However, crack abuse is more likely to
cause an upper gastrointestinal perforation, which is
uncommon with cocaine abuse. Crack abuse also causes
ischaemic colitis, which presents with abdominal pain and
bloody diarrhoea.13 The pathophysiology of crack induced
gastrointestinal injury is similar to that of cocaine, namely
vasoconstriction. It is not clear why crack abuse
preferentially causes upper gastrointestinal perforation
rather than bowel gangrene or perforation. One possible
explanation is the documented effects on gastric motility
and increased intragastric pressure associated with the
smoking of crack, which may in part be due to increased air
swallowing and breath holding.4

The management of gastroduodenal perforation is by
standard closure of the perforation, (which is usually 3–
5 mm in diameter). Patients should be tested for
Helecobacter pylori either by per-operative biopsy or,
subsequently, because of the high incidence of the infection
in these patients.4 Ischaemic colitis is diagnosed on
colonoscopy and usually settles without surgery, but a
few cases will progress to peritonitis necessitating surgical
intervention.13

In view of the increasing abuse of cocaine and crack in
this country, it is important that doctors should be aware of
their abdominal complications especially mesenteric ischae-
mia and gastroduodenal perforation, which primarily affects

younger age groups. These conditions should always be
considered in patients with a history of cocaine abuse who
present with abdominal pain in order to avoid delay in
diagnosis and treatment.
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